TRA has a very l)ad short-term prognosis and for this reason phy developed suddenly on the structurally normal heart ofa patient with idiopathic portal hypertension. The patient did not have signs of congestive heart failure and the aforementioned phenomenon disappeared completely when the patient was in hepatic failure. This could be explained by a change in circulating blood volume either by gastro intestinal hemorrhage or hepatic failure. (Chest 1990; 98:1017-19) I110CM =hypertrophic obstructive cardiomyopathy *From the Departments of Cardiology and of tClinical Pathology@ Tenri IIi)spital, Tenri City, Japan. &â€˜print r ('qlwsts: Dr Iga, Department ofCardiology, Thnri Hospital, 200 Misliimacho, Tt'nri City 632, Japan contrast in descending aorta. We can see the juxtaductal aneurysm with a rupture in the top. during surger; two ruptures at the iÃ¸i'tic isthmus level which drained into a stibadventitial aneurvsmal dissection were seen. Echocardiogram after surgery (Fig 1,c) showed the prosthesis in the site of the aneurysm, the linear image had disappeared, and Doppler study showed the normalization of aortic flow (Fig 1,d) . 
DIscussIoN

CASE REC0Ro
The patient was a 66-year-old woman who was admitted to this hospital for the evaluation of idiopathic p)rtdl hypertension. She had no history of heart disease. During hospitalization, owing to a grade 4/6 systolic murmur, which had not been seen before hut developed S11(ldefllYaccompanied by palpitation, the patient was referred to our departnient.
She was well nourished and appeared well . On ph@sical examination, the blood pressure was 100170 mm Hg and the pulse rate was 100 heats per minute. A carotid upstroke was not l)isferlent and a jugular vein was visii)le with prominent A wave. A grade 416 pansystolic murmur was heard at the apex and was transmitted to the hack aIi(l axilla. No S , or 5, was heard. A large spleen was palpal)le hut liver was not felt. Chest x-ray film was unremarkable, arid an ECU showed nonspecific ST and T wave changes.
A hyperc@ntractiie nonhvpertrophied small left ventricle and SAJi@1 @thposterior mitral valve prolapse were seen by two dimensional echocardiography.
Severe MR and a mosaic signal in the left ventricular outflow tract were shown by two-dimensional Doppler echocardiography (Fig 1) . As the general condition was stai)le and there were no signs ofc()ngestive heart failure, no specific therapy was introduced. The intensity ofthe systolic murmur varied from one day to another and disappeared completely in two weeks. At that time, all findings seen by echocardiography disappeared c()mpletel%: The left ventricular internal diastolic dimension and the percent fractional shortening were 39 mm and 46 percent, respoctivel@; when a grade 4/6 systolic murmur was heard, and 43 mm and 34 percent, respectively when the murmur disappeared completely (Fig 2) . The wall thickness of the left ventricle was within normal limits. The plasma catecholamine value was normal on three occasions. There was no correlation with the intensity of the murmur and hematocrit value. When the systolic murmur disappeared corn pletely, the patient's condition followed sclerotherapy for esophageal varices, and she suffered hepatic failure and developed generalized edema and ascites. At that time, amyl nitrate administration could induce a grade &â€˜6 systolic murmur with SAM but there was flO mitral valve prolapse and MR. The blood velocity of the left ventricular outflow tract was 1.3 meter/s and ofa late peaking type. 
DISCUSSION
